A Volumetric Growth Model for Healing Post-Infarction Scar
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Objective: To better interpret these reports and separate the contributions

of volumetric loss, scar stiffening, and elevated diastolic pressures (EDPSs) Y Y Remodeling Simulations
typical after MI, we employed a finite-element model and attempted to

reproduce observed changes in in vivo scar dimensions assuming volume
loss in the scar occurs isotropically in the unloaded state.
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